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Conclusions: Modulation of the cellular NO concentration causes
extracellular singlet oxygen generation and inactivation of tumor
cell protective catalase.
http://dx.doi.org/10.1016/j.redox.2015.09.018
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Detection Of Human Papilloma Virus (Type 16 And
18) In Cytological Samples In Patients With Lung
Cancer. An Evaluation By Chromogenic In Situ Hybri-
dization Technique
Nada Al-Shabbani
Al Karama Teaching Hospital, Baghdad, Iraq
Background: Lung cancer is a common neoplasm. Some studies
suggested that HPV may play an etiologic role in bronchial
carcinogenesis and possibility of a latent HPV infection as a
cocarcinogen cannot be excluded. HPV (high risk types) 16 &18
may affect the cell cycle and inhibit apoptosis, allowing uncon-
trolled cell division.
Aims of study: 1. To use bronchial wash as a non invasive
procedure to determine the presence of DNA of high risk types
(16 &18 )of HPV in patients with lung cancer using in situ
hybridization technique. 2. To Find the association of the score
or intensity of viral in situ hybridization signals with histopatho-
logical types.
Patients, Materials and methods: A prospective study, whereby
bronchial wash of 50 patients diagnosed cytologicaly as having
lung cancer together with samples from 30 patient having chronic
illness as control.
Results: The most affected age group was 66–70 years (28% of the
cases). Males were affected more frequently than females (64.0%).
Regarding HPV16 & 18 and histological types of lung cancer the
commonest effected type was squamouse cell carcinoma showed
positive signals in 32% and 28% for HPV16&HPV18 respectively.
Percentage score and intensity score: Lung cancer samples showed
low intensity signals for human papilloma virus16 in 63.6% of
samples and 44.5% for human papilloma virus 18.
Conclusions: Human papilloma virus 16 and 18 was detected in
cytological bronchial samples of patients with lung cancer in
relatively high percentage
http://dx.doi.org/10.1016/j.redox.2015.09.019
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Apoptosis is characterized by degradation of cell components
but plasma membrane remains intact. Apoptotic microtubule
network (AMN) is organized during apoptosis forming a cortical
structure beneath plasma membrane that maintains plasma
membrane integrity. Apoptotic cells are also characterized by high
reactive oxygen species (ROS) production that can be potentially
harmful for the cell. The aim of this study was to develop a method
that allows stabilizing apoptotic cells for diagnostic and therapeutic
applications. We were able by using a cocktail composed of taxol (a
microtubule stabilizer), Zn2+ (a caspase inhibitor) and coenzyme Q10
(a lipid antioxidant) to stabilize H460 apoptotic cells in cell cultures
for at least 72 hours preventing secondary necrosis. Stabilized
apoptotic cells maintain many apoptotic cells characteristics such as
the presence of apoptotic microtubules, plasma membrane integrity,
low intracellular calcium levels, plasma membrane potential, PS
externalization and ability of being phagocytosed.
Stabilized apoptotic cells can be considered as dying cells in
which the cellular cortex and plasma membrane are maintained
intact or alive. In a metaphorical sense, we can consider them as
“living dead” or “zombie cells”.
Stabilization of apoptotic cells can be used for reliable detection
and quantiﬁcation of apoptosis in cultured cells and may allow a
safer administration of apoptotic cells in clinical applications.
Furthermore, it opens new avenues in the functional reconstruction
of apoptotic cells for longer preservation.
http://dx.doi.org/10.1016/j.redox.2015.09.020
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STAT3 Regulation By S-Nitrosylation: Implication In
Cancer
Inderjit Singh, Jinsu Kim, Avtar K. Singh, Anand K. Sharma, Je-
Seong Won
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In this study, we assessed S-nitrosylation-based regulation of
Janus-activated kinase 2/signal transducer and activator of tran-
scription 3 (JAK2/STAT3) pathway. Our studies show that STAT3 in
stimulated microglia underwent two distinct redox-dependent
modiﬁcations, S-nitrosylation and S-glutathionylation. STAT3
S-nitrosylation was associated with inducible nitric oxide synthase
(iNOS)-produced nitric oxide (NO) and S-nitrosoglutathione
(GSNO), whereas S-glutathionylation of STAT3 was associated with
cellular oxidative stress. NO produced by iNOS or treatment of
microglia with exogenous GSNO inhibited STAT3 activation via
inhibiting STAT3 phosphorylation (Tyr705). Consequently, the
interleukin-6 (IL-6)-induced microglial proliferation and asso-
ciated gene expressions were also reduced. In cell-free kinase
assay using puriﬁed JAK2 and STAT3, STAT3 phosphorylation was
inhibited by its selective preincubation with GSNO, but not by
preincubation of JAK2 with GSNO, indicating that GSNO-mediated
mechanisms inhibit STAT3 phosphorylation through S-nitrosyla-
tion of STAT3 rather than JAK2. In this study, we identiﬁed that
Cys259 was the target Cys residue of GSNO-mediated S-nitrosyla-
tion of STAT3. The replacement of Cys259 residue with Ala
abolished the inhibitory role of GSNO in IL-6-induced STAT3
phosphorylation and transactivation, suggesting the role of
Cys259S-nitrosylation in STAT3phosphorylation.
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